Abstract
Introduction

Fanconi syndrome (FS) is a disease characterized by generalized impairment of proximal renal tubular function, leading to proteinuria, aminoaciduria, hypophosphatemia, hypouricemia, renal glycosuria, and proximal renal tubular acidosis. FS often occurs as a congenital disease, however the acquired form of FS has also been reported. Monoclonal gammopathies, amyloidosis, tubulointerstitial nephritis, heavy metal poisoning, and toxic drug reactions (aminoglycoside, ifosfamide, valproate, Chinese herbs, and so forth) are known to be the major causes of acquired FS. In the patients of FS associated with monoclonal gammopathies, crystalline cytoplasmic inclusions which consist of light chains in proximal tubular cells are often observed (1-4).
Here, we present a case of adult acquired Fanconi syndrome with osteomalacia secondary to monoclonal gammopathy of undetermined significance.
Case Report
A 60-year-old Japanese woman was admitted to our hospital for evaluation of multiple bone pain and electrolyte abnormality. Although g u r e 3 . E o s i n o p h i l i c c r y s t a l l i n e i n c l u s i o n s i n t h e c y t op l a s m o f t h e p l a s ma c y t o i d c e l l s ( a r r o 
t i o n i n t h e b i l a t e r a l r i b s , t h e r i g h t f e mu r , t h e l e f t t i b i a , t h e l e f t f i b u l a , a n d t h e ma n d i b l e .
F i g u r e 2 . P s e u d o f r a c t u r e wa s p r e s e n t i n t h e l e f t t i b i a ( a r r o w) .
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Discussion
Since (14) . therapy with 1,25-dihydroxyvitamin D (10, 14) . 
In the patients of FS, hypophosphatemia and chronic metabolic acidosis are the presumed causes of osteomalacia. Uremia and secondary hyperparathyroidism due to renal insufficiency accompanied by FS may contribute to osteomalacia. Radiological findings show fractures or pseudofractures (Looser's zone), and bone demineralization (14). In osteomalacia, bone scintigraphy reveals multiple foci of increased tracer uptake (15). Patients of osteomalacia associated with acquired FS respond well to calcium, phosphate, and vitamin D replacement. But patients do not necessarily require replacement with 1,25-dihydroxyvitamin D, suggesting that this type of osteomalacia is different from that associated with primary hypophosphatemic rickets, vitamin Ddependent rickets types I and II, and adult hypophosphatemic rickets, which require either massive doses of vita-min D or
